INTRODUCTION
Major mental disorders aggregate in families. The risk of developing bipolar disorder is 8.7% in first degree relatives of bipolar probands and the same is 14.1% in unipolar depression (1) . A variety of linkage findings emerged successfully (2, 3) and there are some significant findings at genome-wide levels (4, 5) in bipolar disorders.
However phenotypic heterogeneity is a major barrier to find out more consistent results and there is a lack of phenotypic traits to homogenize psychotic spectrum disorders. The concept endophenotype has been a prospect to detect traits to refine phenotypes and define subgroups. On the other hand better identifying variations of clinical variables in different subgroups may provide predictions of clinical traits to be candidates for endophenotype concept. Familial clustering of a symptom may indicate a shared genetic origin and puerperal mood disorders are instances shown to be largely familial traits (6) (7) (8) (9) (10) (11) .
A number of studies focusing on the differences between familial aggregated and solitary cases provided promising data. The course and severity of the disease is shown to correlate between affected relatives in schizophrenia (12, 13) . Findings regarding age of onset (14) (15) (16) , course of disorder, premorbid functioning, and impairment during disorder (17) pointed out modest similarity within families. Some other studies found higher severity of negative symptoms (18) (19) (20) , poorer outcome, and higher rates of hospitalizations (21) in familial patients. Lui and colleagues (22) compared familial and sporadic cases with magnetic resonance imaging and found that familial cases had more severe structural abnormalities than sporadic cases, particularly in the thalamus. Genetic studies have shown that to some extent schizophrenia and bipolar disorders overlap and share susceptibility loci (23, 24, 25) . If there are differences between familial and non-familial cases in schizophrenia, then it is possible to expect differences between familial and non-familial forms of bipolar disorder.
Mood disorders are also studied in large samples with different methods. Fistalen and colleagues (26) examined 407 subjects from 86 families and investigated familial resemblance of number of episodes and episode frequency per year. They found that episode frequency is a highly familial trait. Schulze and colleagues (27) investigated 1246 individuals from 172 multiplex families and found that alcohol and substance abuse, psychosis, history of suicide attempts, and level of social functioning was familial, but clinical subtype, age at onset, and comorbid panic disorder did not show familial dispersion in the large sample. O'Mahony et al (28) found significant within-pair correlation for age at onset and degree of psychosis in a sample with 160 families with mood disorders. In a recent study with a Turkish sample, patients with type I and II bipolar disorder and unipolar depression were grouped and compared according to family history (29) . The patients with a family history were reported to have earlier age at onset in this study. Kassem and colleagues (5) studied 971 subjects from 507 families of patients with type I bipolar disorder and schizoaffective disorder and found that polarity at illness onset is a familial feature of bipolar disorders. In a large Danish cohort study, Steinhausen and colleagues (30) demonstrated that mental disorders including bipolar disorder aggregate in families with some differential patterns. Authors also reported that in families, mood disorders were strongly specified to probands' disorder, unlikely to schizophrenia.
Most of the studies regarding familiality in bipolar disorder targeted similar and dissimilar characteristics of the disease within families. There is a lack of studies targeting subject differences among different families. 
METHODS and PATIENTS

RESULTS
Sociodemographic and clinical data are given in According to Schulze et al study (27) comorbid alcohol and substance abuse was found to be familial but panic disorders was not. On the contrary, risk for panic disorder in familial bipolar disorder was found to be higher in some studies (36, 37) . On the other hand, it is possible to comment that alcohol and substance abuse may cluster in families due to shared environment and learned patterns of behavior. Interestingly, MacKinnon and colleagues (37) and to probe the reasons of higher ECT needs in treatments. Age of onset was found to be significantly earlier in patients with family history in two studies (25, 39) , however both of these studies have small sample sizes (n=150 and n=130 respectively) and a study with a large sample size (n=1246) (27) reported no significant difference between groups in terms of age at disease onset. Age at disease onset did not differ between the groups in this study. We also found higher rates of nicotine dependency in patients with family history. Smoking is assumed to be a measure of disease severity as well as caffeine consumption and alcohol and substance abuse (40) . Psychosis (41, 42) and suicide attempts (43, 44) 
